Aims-To study the expression of the human T lymphotropic virus (HTLV) Tax gene in peripheral blood mononuclear cells. Methods-Blood was collected from 72 patients with lymphoproliferative disorders. Serum from all patients was assayed for antibodies directed against HTLV-I structural proteins by ELISA and western blotting. RNA was purified from fresh blood cells and amplified by reverse transcription polymerase chain reaction (RT-PCR). After Southern blotting, the PCR products were hybridised with a "P endlabelled probe specific for the Tax gene. Results-All samples were seronegative. A specific band for the Tax gene was found in five samples. Each of the patients positive for Tax gene expression had a different type of lymphoproliferative disorder. Conclusions-Infection by HTLV-I cannot be assessed solely by immunological assays, particularly when only disrupted virions are used. Sensitive molecular biology assays are essential for detecting viral gene expression in fresh blood cells. (7 Clin Pathol 1996;49:938-94 1) 
Human T-cell leukaemia virus type I (HTLV-I) has been implicated in the aetiology of adult T cell leukaemia (ATL) 2 and tropical spastic paraparesis/HTLV-I associated myelopathy (TSP/HAM).' Another retrovirus, HTLV-II, has been isolated from a hairy cell leukaemia (HCL) of T-cell phenotype.4 Both viruses are closely related and indistinguishable by common serological assays. 5 Seroepidemiological studies indicate that only 1 to 2% of people infected with HTLV-I will eventually develop the disease. Other disorders have been tentatively associated, direct or indirectly, with these viruses, including Sjogren's syndrome,6 chronic infective dermatitis,7 polymyositis,8 T-cell alveolitis,9 retinitis and uveitis," B-cell chronic lymphocytic leukaemia (CLL)," and lymphoma mimicking Hodgkin's disease. 12 The relation with virus infection was based on serological or molecular tests. However, there are insufficient data to judge whether these findings are fortuitous or whether there is a genuine association with HTLV.
Although T-cells seem to be the preferential target for the virus, other haemopoietic cells may carry integrated viral DNA." 14 A broad range of cell lines is also susceptible to infection.'5 These cells contain the HTLV genome and synthesise viral RNA, but are restricted in their expression of viral structural proteins. Efficient expression of the HTLV genome requires both virus and host specific proteins and is dependent on the viral long terminal repeat (LTR). Of particular importance is the viral Tax gene, localised in the pX region, which has been implicated in tumorigenesis."
It transactivates viral and several cellular genes"" and is capable of immortalising cells in vitro. '9 It has been suggested that the deregulation of these cellular genes is a critical step for the Tax mediated transformation process in HTLV leukaemogenesis. ' The aim of the present study was to investigate whether molecular evidence of HTLV infection could be found in patients with different types of lymphoproliferative disorders, even in the absence of detectable antibody. 
